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Guillain-Barre syndrome:
a case report
John R Pikula, BSc, DC, DACBR, FCCR(C), MSc*

Guillain-Barre syndrome (GBS) is a complicated
degenerative neurological disorder which can be acute or
chronic in nature. It is an acquired condition which is
characterized by progressive, symmetrical, proximal and
distal tingling and weakness. Muscle stretch reflexes are
decreased to absent and loss of sensation is common.
Etiology remains unclear but pathophysiology includes
demyelination of spinal nerve roots. Death is rare. Early
diagnosis and prompt referral should occur in severe cases
due to the incidence ofpotential ventilatory failure and
cardiovascular instability in some patients. The case of a
37-year-old male presenting to a chiropractic office is
described. The importance of a correct diagnosis by the
chiropractor and the subsequent management is reviewed.
(JCCA 1995; 39(2):80-83)

K E Y W 0 R D S: polyradiculoneuritis, Guillain-Barre syndrome,
extremity weakness, peripheral nerves, chiropractic.

Le syndrome de Guillain-Barre' (SGB) est une manifestation
complexe de dge'nerescence neurologique de nature aigue~ou
chronique. C'est un etat acquis caracte'rise par unefaiblesse
et des fourmillements progressifs, symetriques, localises et
distals. Les reflexes musculaires sont diminues ou absents et
la perte de sensations estfrequente. L' etiologie demeure
incertaine mais la physiopathologie comprend la
de'myelinisation des terminaisons nerveuses de la colonne.
Ce syndrome est rarement mortel. Dans les cas graves, un
diagnostic precoce et 1' intervention rapide d'un specialiste
sont necessaires en raison de la frequence chez certains
patients d'insuffisance ventilatoire et d'instabilite cardio-
vasculaire possibles. On d&rit le cas d'un patient de 37 ans
se presentant au cabinet d'un chiropraticien. L' importance
d'un diagnostic juste et d'un traitement adequat de la part du
chiropraticien sont examines.
(JCCA 1995: 39(2):80-83)

MOTS CLES: polyradiculonevrite, syndrome de Guillain-
Barre, faiblesse des extr6mit6s, nerfs peripheriques, chiropraxie.

Introduction
Many patients visit chiropractors because of neuro-musculo-
skeletal complaints, usually those that involve the neck and
lower back."2'3 Some will visit chiropractors because of com-
plaints with their extremities.

Peripheral neuropathy is a commonly encountered condition
in clinical practice. Diabetes mellitus and excessive alcohol
use coupled with a poor diet are the most common conditions
found in patients with peripheral neuropathy. Multiple sclerosis
should also be considered in patients who present with weakness
and numbness in their extremities.4'5 The most common cause
of acute muscle weakness associated with peripheral neuropathy
in adults is Guillain-Barre syndrome.6

This paper will discuss the causes, history, incidence and
pathology of Guillain-Barre syndrome. The case of a 37-year-
old male is also presented.

Case report
A 37-year-old male presented to a chiropractic office com-
plaining about recent onset of tingling and numbness in both
hands. He also complained about his feet which he described
as "feeling sleepy." His symptoms began slowly following an
upper respiratory tract infection that he had about 14 days
prior. No history of trauma was reported nor had he ever com-
plained of the current symptoms. He had a past history of
mechanical back pain and received treatment including spinal
manipulative therapy which gave complete relief.

Examination of this man revealed a healthy person in other-
wise good condition. Generalized weakness of the lower ex-
tremities was noted when testing the quadriceps, hamstrings
and the gastrocnemius-soleus muscle groups. Sensory loss was
variable in both his hands and feet. Deep tendon reflexes of
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his upper and lower extremities were 1+. A general physical
examination gave no other orthopedic, neurological, or organic
findings. Respiratory and cardiac function was within normal
limits.
The patient was referred to his physician for lab work. Blood

tests were ordered and the findings included an increase in the
white blood cell count. The conclusion drawn from this was
that this patient had recently suffered from some type of infec-
tion which correlated well with his history of an upper respira-
tory tract infection.
A diagnosis of Guillain-Barre syndrome was made after uti-

lizing the criteria that strongly support the diagnosis of Guillain
Barre syndrome. Features required to rule out diagnoses other
than Guillain Barre syndrome would include: no history of
hexacarbon abuse, no evidence of porphyria, no history or cul-
ture evidence of diptheria, no history or evidence of lead in-
toxication, symptoms not purely sensory, no evidence of po-
liomyelitis, botulism, toxic neuropathy, or tick paralysis.6
Therapeutic management of this included rest, nutritional sup-
port, patient education and periodic assessment of motor, res-
piratory, and cardiac function. Chiropractic care, which in-
cluded spinal manipulative therapy to areas of subjective com-
plaint was palliative.
No medical management was given by his physician. He

was instructed to keep off of ladders for fear of falling and to
abstain from heavy physical endeavors including sports.

This patient slowly improved so that he could return to
work as an electrician. Five months later his sensory deficit
was near normal and his leg strength had improved. He ad-
mitted that he is steadily returning to what he considers is "his
old self'.

Discussion
Guillain-Barre syndrome (GBS) is also known as poly-
radiculoneuritis, and chronic inflammatory demyelinating

polyradiculopathy (CIDP).7 In North America it has an inci-
dence of 1-7 per 100,000 persons and as such is classified as
one of the more common neurological conditions. It is the
most common cause of acute weakness in patients under 40
years of age.4 Diagnosis is difficult due to the lack of any test
that is pathognomonic of this condition. It is a complicated
disorder which can be chronic or acute in nature. It's etiology
is unclear although it has been associated with both cell - and
humoral - mediated autoimmune mechanisms.8

Guillain-Barre syndrome represents an important acquired
condition that is acutely evolving, is immune mediated, and an
inflammatory disorder of the peripheral nervous system. It
progresses leading to demyelination and axonal loss. Clinical
hallmarks are symmetrical flaccid muscle paresis and areflexia
in the presence of an increased cerebrospinal fluid protein
content, and electrophysiologic studies demonstrating evolving
demyelination.9 Causes such as viral infection,'0 surgery,1 1"2"13
blood transfusion,'4 and mycoplasma infection,'5 have been
implicated as a prodrome to this syndrome in many cases. The
diagnosis of Guillain-Barre syndrome can be supported by the
following clinical features as listed in Table 1.
Most patients develop a weakness which tends to begin in

the lower extremities due to demyelination of the peripheral
nerves resulting in ascending paralysis and also a loss of cranial
nerve function.'5 Manifestations may be acute or chronic, and
temporary or permanent, depending upon the degree of neuro-
nal destruction.8 Muscle stretch reflexes are depressed in most
patients and the sensory loss is variable. Difficulty with walk-
ing, running, climbing stairs, and getting up from a chair are
usual early complaints. This weakness is usually symmetric
and can also involve the upper extremities.7
Of importance is the gamut of conditions that should be

differentiated. Hexacarbon abuse, as in glue sniffing, can
simulate Guillain-Barre syndrome. Diptheria presents similar
findings in its later stages, therefore a recent infection of

Table 1
Clinical features that strongly support the diagnosis of Guillain-Barre syndrome
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diptheria must be taken into consideration.'6 Others that should
be considered are poliomyelitis, any evidence of porphyria,
botulism, lead or arsenic intoxication, tick paralysis as in Lyme
disease, and acute toxic neuropathies (from organophosphorus
compounds). It is therefore important to accurately and thor-
oughly evaluate any cause of acute weakness.'7
An objective index for diagnosis can be made utilizing motor

evoked potentials (MEP). Cui found in 27 patients with GBS
that the findings of MEP were consistent with pathological
changes of demyelination and clinical distribution of muscle
weakness. A good correlation between abnormal MEP and
degree of muscle weakness (p < 0.01) was noted. He also found
that MEP can be used for differential diagnosis as well as
followup and effect of therapy.'8 MEP is painless and can be
done easily and repeated.
The pathogenesis of Guillain-Barre syndrome shows

edematous changes proximal to the spinal nerve root at the
junction of the anterior and posterior roots. The myelin sheaths
soon become irregular at about the third day. Lymphocytes
appear about the ninth day and phagocytosis on the eleventh
day. These findings were found in severe cases of this syndrome
that led to death.'9

Researchers believe that the myelin destruction is limited to
those areas of nerve trunks with intense inflammation suggesting
that the inflammatory cells have a direct effect initiating the
demyelination. The demyelination occurs primarily in areas
infiltrated with inflammatory cells. Degeneration of the base-
ment membrane of the Schwann cell results.8 This is due to
macrophages in the presence of lymphocytes and not lympho-
cytes by themselves.20 This breakdown, which is unclear is as-
sociated with an autoimmune attack on a component of pe-
ripheral myelin.5'8 This attack is also mediated by T cells.5

Treatment
Treatment for patients with Guillain-Barre syndrome depends
on whether they have mildly acute, severely acute or chronic
involvement. The incidence of death in one study was 1.5% to
8% of patients.2' Another study listed the death rate at 4%.23
Other common complications include ventilatory failure and
cardiovascular instability for which intensive care support
should be utilized. Ventilatory failure is caused by involve-
ment of airway and respiratory muscles, particularly the dia-
phragm. Cardiovascular instability is due to involvement of
the autonomic nervous system and results in labile blood pres-
sure, cardiac arrhythmias, and hypovolemia. Compressive
neuropathies occur in patients with protracted weakness and
are an important cause of residual neurological deficits.
The use of corticosteroids demonstrated no benefit.23 The only

well-investigated efficacious immunomodulatory therapy is
plasmapheresis.9 Plasmapheresis has been shown to decrease
ventilator dependence in severe Guillain-Barre syndrome. No
irreversible complications of plasmapheresis were observed.
In all cases of this condition special emphasis should be given
to psychologic support and management of pain.9 A persistent

residual paresis occurs in severe cases and a high majority of
these patients ultimately have a good functional recovery and
can recover completely at about 12 months after onset.22

Conclusion
Guillain-Barre syndrome is a neurological disorder resulting
primarily in muscle paralysis that in most cases is symmetri-
cal. Patients may have mild involvement or severe involve-
ment which may in a small percentage lead to death. Patients
may present to a chiropractic office with symptoms of poly-
radiculoneuralgia which may at first be interpreted as a radicular
pain pattern of spinal origin. It is extremely important to iden-
tify and urgently refer, potential severe cases in order to have
the appropriate investigations (i.e. electrodiagnostic studies,
spinal tap) instituted and have the appropriate care adminis-
tered. Differential diagnosis is of utmost importance.
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